This study investigated whether indomethacin has an analgesic effect on the central nervous system. As analgesics which affect the central nervous system produce a correlated decrease in the subjective sensation of pain and in the nociceptive reflex in humans, the amplitude of the nociceptive flexion of the biceps femoris was studied. 
In addition to their anti-inflammatory properties, an analgesic effect has been found for aspirin-like drugs,' diclofenac,2 and ketoprofen. Indomethacin is used for the treatment of rheumatoid diseases' and has also been successful in combating pain in adults after operations.7 8 Indomethacin allows the dose of morphine given to children after operations to be reduced. 9 In healthy volunteers, indomethacin increases the threshold of electrically induced pain, as assessed on a visual analogue scale. '0 Any analgesic effect of anti-inflammatory drugs is conventionally" regarded as resulting from a peripheral mechanism which has been shown in animals. 12 13 The assumed underlying mechanism is the prevention of prostaglandin generation in peripheral inflamed tissues 4 correlation has been found between the patient's perception of pain relief and concentrations of ,B endorphin in plasma. 4 The sites in the central nervous system that are responsible for the analgesic effect of NSAIDs probably differ from the site of action found for morphinic drugs.2' Several sites have been suggested: the preoptic anterior hypothalamus, as the injection of small amounts of aspirin into this structure induces analgesia22; the periaqueductus grey matter, as the injection of aspirin-like drugs reduces the nociceptive flexion reflexes23; and the thalamus, as aspirinlike drugs reduce the evoked nociceptive potential in the ventral nucleus of the thalamus. 24 The analgesic effect of NSAIDs is thought to result from the inhibition of the synthesis of prostaglandins. Low doses of prostaglandins given intrathecally lower nociceptive thresholds, whereas low doses of NSAIDs given in the same way antagonise nociceptive effects induced peripherally.'3 25 Peripheral analgesia induced by NSAIDs is enhanced by simultaneous intracerebroventricular injection. 13 Intrathecal injections of aspirin or indomethacin cause dose dependent hypoanalgesia in rats, and this effect is antagonised by the intrathecal injection of prostaglandin E2. 26 We suggest that prostaglandins may act at the spinal terminals of brain stem noradrenergic neurones.
It has been suggested that the inflammatory, analgesic, and antipyretic properties of aspirinlike drugs cannot be dissociated as they all show evidence of the action of prostaglandin inhibitor.27 Ferreira et 
